ior defects ( Figure 5B, [2, 3, 6] ). If XLef-1 function is required for zygotic Wnt signaling, then the effects In order to test directly whether the XLef-1 gene product itself is required for dorsoventral mesoderm patcaused by dorsal Xwnt-8 DNA injections will also be dependent on normal XLef-1 function. We find, indeed, terning, we used a novel loss-of-function approach based on antisense morpholino oligonucleotides [16] .
that injection of ⌬N-XLef-1 RNA rescues to a large extent the phenotype induced by Xwnt-8 DNA ( Figure 5D ). In Since Xenopus leavis is allotetraploid with several paralog alleles, it might be essential to isolate all paralog contrast, coinjection of Xwnt-8 DNA with ⌬N-XTcf-3 RNA causes a strong ventralization of development (Figalleles and Figure 2H) . The induced phenotype was further analyzed by studying XmyoD expression,
In conclusion, XLef-1 is expressed after the onset of zygotic transcription and is therefore present at the right which is normally localized in the dorsolateral marginal zone ( Figure 4D ). We find that morpholino-mediated inhistage of development to mediate Xwnt-8 signaling during mesodermal patterning. Our experiments demonbition of XtLef-1 expression indeed causes loss or severe reduction of XmyoD expression ( Figure 4E ). This strate that XLef-1 function is specifically required for Xwnt-8 signaling in dorsoventral patterning of the mesofinding demonstrates that the XLef-1 gene product is required for patterning the prospective dorsolateral derm. Normal XTcf-3 function is instead specifically required to allow the establishment of the dorsal body mesoderm. To confirm that the morpholino-induced phenotype is due to insufficient XLef-1 gene product, we axis by maternally encoded Wnt signaling components. Our results therefore highlight the versatility of canonical show that the phenotype can be rescued by expressing human Lef-1 ( Figure 4F) 
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